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Abstracts:Objective:To investigate the protective effects of JieDuTongLuoBaoShen Capsules (JC) against renal lesion in diabetic
rats.Method:The experimental animals were divided into normal control group,diabetic control group,posivite control group and
experimental group.The level of the blood sugar,urea nitrogen blood creatinine,angiotensin II(Angll)were measured and the excretion rate
(UAER) of urinary albumin and index of renal hypertrophy were detected in each group at the 12th week after the experiment.At the same
time,RT-PCR was used to detect the mRNA expression of renal monocyte chemoattractant protein-1 (MCP-1),and immunohistoche mical
techniques were used to detect the expressions of renal fibronectin (EN),type IV collagen (Col IV), proliferating cell nuclear antigen
(PCNA), nuclear factor Kappa B(NF-KB),MCP-1, macrophage mark antigen(ED-1).Results:In the JC-treated group,the blood sugar level
was markly lowered (P<0.01),UAER was markedly reduced(P<0.05), the levels of urea nitrogen and blood creatinine were decreased,and
the renal hypertrophy index was improved (P <0.01),as compared with those in the diabetic control group.The RT-PCR detection showed
that the mRNA expression of renal MCP-1 was increased (P <0.05),and the sediment of glomerular FN .Col IV.PCNA.NF-KB.MCP-1
and ED-1were lower than those in diabetic control group (P <0.01).Conclusion:The mechanism of the protective effects of JC against renal
lesion may be decreasing the levels of Angll in the renal tissue ,downregulating the level of NF-kB,reducing the expression of MCP-1,and
inhibiting the inflammatory pathogenesis of diabetic nephropathy.
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REE . K KR STk BRI T HIE J i R 1L, 2 000rpm
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92 I 4SO 5 B, e A 45 R LA pg/mg W B2 TLER 1
TR, Rl g5 R A 200 h B S B TR E
143 fmafetenl K 10% YRR K 5 AR
SE I R b A A I, U1 R 4um, SR
SABC %, 4 5K FN A1 Col IV PCNA.NF-kB.
MCP-1.ED-1 R IE . MR B 7Nk F A 1 7 A
Pett X AR GLATR L 5) A 0~4 43, BRI 0 73 A o 4
et il 59 1 20 A JR g9 4, Jetax <25%;2 43
H R g g, YethX 25%~49%; 3 43 M I
MR G @ tiinm, YetaX 50%~75%; 4 43 A I
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1.44 MCP-1 mRNA #2352 K B 1

S P R £ A IR R 2009 4 6 H 55 9 B 3 30
I JZ 5t 100 mg, 4% Trizol a5 15 WH 5 A L B
RNA. MCP-1 51¥)741: Lii# 5"-CACCTGCTGCT
ACTCATTCACT-3", Fiff 5'-GTTCTCTGTCATA
CTGGTCACTTC-3" ; GAPDH 5|#15%: Fiif 5°-T
CCCTCAAGATTGTCAGCAA-3", N i 5’ -AGATC
CACAAACGGATACATT-3 . 5t 5t [H 244
FOR K EA ) B e $ Sk R S AR AR P AT
WS Ty GRSl 349bp (1) MCP-1 ¢cDNA F
Bt Kk 308 bp ) GAPDH ¢DNA JiB{. PCR Jx
MNAK £ F 4L 45 cDNA 2.0 L, 10x PCR 2% 1K 2.5
pL, 10mmol/L dNTP 0.5 wL,MCP-1 5[4 3' 1.0pL,
MCP-1 5% 5" 1.0pL,5U/uL Taq DNA 2 4 fi
0.5pL, I KB /K &2 B AR FUA 25.0pL. T 95°C APk
2min J5 HEA R IEHA: 95°C—30s,55°C—45s,72°C
—45s, THAECH 30 4, BT 72°CIE{H 10min.
1.5%3 IR BHBEIE (5 0.5pg/mL IR4L 250 B T Hivk
FPY, BEFLEFE 2500, [FII_EFE DL-2000 A5 i
(5 1.0pL b FF 22 v W IR A ),3V/iem HL K
20~30min, FEAMKT T 40 I, H R B PR AR Ak B R 4 0]
B —FE b PCR P24 4 38 1) 45 S 44 1 Bt MCP-1
GAPDH #EATREEEF14H, JF UL GAPDH % EAE N 2
g bR, BUE LA 2 O o x TR (Pix)
LA &, DA 4L 1 LA 1 S dn vt 1.0, 35
MCP-1 JEFFHX KA 5. A PRAIE RT-PCR 45 R IHE
SEPEFIRAE Tk, K2 RNA B WAL 2 RNA F1K
PRIRL 25 KA PR 6T L, B A AR A B VXA
1.5 s%hiteam Jrafdidil (Xt S) R, K
F SPSS11.0 B AFIEAT 7 2 53 Bt IRR A 46 o
2 H#R
21 —#kA BRRARE. A /T E SRR
M G55 . DM ALK B4 TR B IR 22 6 i A%
KR, 2 LS B A Lt L T W B AR S
i, SCEG IR S LR S R B LA AR T AR T
r 24 S0 4R S ) B A A 6 A 8, A BT 3
A4 J o 5IEH X AL, DM AR 2 KRR
FNEE, B/ AR I 28 = (P<0.0D 5 2y
SEEG AR PP B AR . 1 / fAEE S DM A
HILLE, FIRFRARU] S BGE (P<0.0D, 2525 4
IR 2 DM AR SH A6 B4R B & (P <0.01D « I

*1.
A1 BHXARARAE BF/ AhF sHaBRELE X295
e IE R R DM HERI 4] AP Y il BE o F 2L
AT (g) 334+ 42 204% 28* 252+ 54%* 234+ 43%*
P /AT (%) 3.40+ 0.99 7.02+ 124% 508+ 1.08% 561+ 0.81%

22 I (mmol/L) _6.56% 1.16 2279+ 4.90% 12,68+ 3.34% 17.47+ 7.41*
5 IE R IRALLEEE, *P <0.01; 55 DM BURIALLEES, *P <0.01; 55 P M x AL LL 4%, 4P

<0.01.
12 JE K DM #8421 1fin 375 5 AH [ B (T  H il
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iR (TG AR g 8 A (LDL-O) #9118 & T 15 %
XA (P<0.0D), /5% i 82 11 (HDL-O) W] B AIC T 1E
O] (P<0.0D) s T 24 S50 2H 5 DM #5224 20 - it
FEARIIA 3 (P <0.05) , (H 5 1E X0 4L Le e A
Z& 5 (P <0.05) , 5 B M A LG 4 B HDL-C 41
AWM 25 (P <0.05) 5 BH X BEAL 0 1M g 4 115
DM R LA TGt 27 2 (P >0.05) , 55 1E 3 %)
WA LU AT — 5E 25 57 (P <0.05) o R WAl #4530 25 (3%
e H A — ¢ I8 B R TC.TG.LDL-C K& & &
HDL-C iy 3 ™5 B A Q4 S 490535 R R R B A

e W 2.

A2 HWMRK N2 B K g s 4 R (X £S)  mmol/L
TiH 14 R AL DM FEA 4] PR e X 2L
TC 0.93% 0.11 2.54+ 0.56** 1.82+ 0.58*"* 229+ 0.35*
TG 0.92+ 0.25 1.49+ 0.43** 1.03+ 0.31%%  1.33% 0.50*
LDL-C 0.78% 0.09 1.78% 0.45%* 1.36+ 0.18* 170+ 0.25*
HDL-C 1.20+ 0.18 0.75% 0.16** 1.11+ 0.23* 1.02+ 0.24*

e 3
0 55 28] THI AR O S 48 o, 2 s i A & RIA IE
WXL 8 fF L b, R SREFMEG RSP
<0.01) 5 H 24y SEIG 20 FNBH M0 A B /N Bk N PCNA
YLt BHE 40 A e A% T DM B AL (P <0.0D), 2
SERLATHT S R, AL PCNA B IRIEN T I1E
A HRZLS DM B 2 7] . DM BETA] Col IV 5
FN Je i Ao B BT ARAS B W3, e & ir &
FIRIEHE XA S 500 b, 7 R E g2 m X
(P<0.01), H I 4y (8 94 B 1) X 300 5 5 40 M 448 2 X
BTG T2 SRR AR BH X 4T Col IV 2 FN 7E
B /INBR A 2 IA M G 15 5 3] [H AR IS IR 9, P
SNSRI, P41 Col IV I FN 2 F13RIA A
FIEH X415 DM B4 2 6], 5 DM B LE
B, EEEGEE L (P<0.0D . W3 4.

K4 HMAR 12 FAARRMRPCNACOlIV.FN Ba ¥ R FLRLE (X S)

e GIEH AL LR, *P <0.05, #¥P <0.01; 5 DM BIR4] LA, 7P <

2.2 BUN.SCr.CCr.UAER L IF % Xf I 4L At ,
DM B A 41 K L 12 J5 K BUN.SCr.CCr.UAER 1
A [RIFE B R T (P <0.01) 5 1 24 52 56 20 A0 BH 1k %)
4 2] BUN.SCr.CCr.UAER % DM #5741 1 3% [
fik (P <0.05, P <0.01), 7£ [% BUN.SCr.CCr Jy [l
2 MR TS24 L (P>0.05) , 7E % UAER J5
1], W25 SEEG AL T BT R4 (P <0.05) . W3 3.

A3 #m% kR 12 K BUN.SCr.CCr UAER % R4 (X+ S)

it E TE R AL DM A4 P2yl FE PR A
BUN(mmol/L)  7.68+ 0.88 21.08% 6.02* 10.73+ 5.45%%  12.96% 4.24**
SCr(umol/L) 50.65+ 11.44  93.60+ 18.22*%  69.99+ 14.77*% 70.77+ 12.65**
CCr(mL/min) 5.59+ 0.70 10.44+ 1.15% 8.69+ 1.37* 8.47+ 1.56*%"
UAER (mg/24h)  0.15% 0.05 1.63+ 0.34* 0.41% 0.10%#~ 0.83% 0.12**

L4, 2P <0.05,

23 BALBEHBSFEAET OGE NN DM K
AU KRR /N ER R DX RIS PER 55, H PAS BHPE
Bt A ] B %, B/ ER ECM 35 2, MC
BPENEA:, GBM YR, B IA) b 48 1k 4 iR
Iy BN ML 52 R M0 . 2 S0 20 R0 BH P 0] 4
(15 N ERE A A SR B, H A B4 DM
BRI, B /NER ECM 19 %2 & MC 38 /E % DM
Y10 kiR, ALK PAS BH 4 i 0 Sk i/, 4K
5 B 40 L 1 AL TR CIR A o FUBET AT L DM AR
V2 S0 R GBM B BEMEIE L, AT IR A0 AN
W bR RSB YD ) Bl B S Rl G, DR
JETR BRI G, RBEX YK, MC 2, #5r RIEEIX
MC 1k 3~4 A~ T2l S 20 FBH P 0 R A 3R I
PRI, GBM JC W B3 52 HJE B3 5], MC
ZAREE, LA E IS A

24 B4R ¥ PCNA.Col IV.FN & & K F  S2I6
12 J K, DM FERLZH PCNA (1) BH Y 48 i 4% S 2 Y

i H R AL DM #4140 Ty al PR 2L
PCNA [ 236+ 057  21.43% 6.65* 13.56£ 2,69 14.28% 3.75%
Col IV 1036+ 458 7342+ 19.58*  29.56% 7.82*"  32.69% 11.48*"
FN & 1237+ 597 68.84+ 16.02*  27.53% 9.16* 2854+ 10.32*

VE: S IEH AL, *P<0.01; 5 DM B4 LLE, *P<0.01.

2.5 B84 Angll 4% & NF-kB MCP-1.ED-1 %
G kA KF SEES 12 R, DM BEA 2 21 21

Angll &5 B30, 5HIEE X AR 220
ZE5E (P <0.01) 5 H 24 SE2 56 41 R P o) 1 2 1) Y 21 20
i Angll 5 R FEK, 5 DM B HLIRE B TS
TR (P <0.0D) , 11 BH P06 FR AT 55 1 3 6 AL L
TGV B S, FHPE AH 5 b 25 5286 4 2 TR
EMEG 25 X (P<0.05) o 1F 5 6 P2 K B A
B/ 0 B /N BR MC 4% b 30K NF-kB,  fo s e 0 55
55, 5 p65 WP LA - ZEAL T4 f K s DM B ALK
Bl NF-kB & 175 B /DN ER A A% 2 m K RIE, e
3925 e (0 M iR J5E 1) TR 1A Sk 18 2 e i A 4 R
LA IEH O AL 8 5 DL b, R B Mg
(P <0.01) 5 24 S 6 28 FBH 6 FEZH KRRV /N Bk
o' NF-«xB P[40 2k 2 &K T DM B4 (P <
0.01), Y-sE o W W, PI4L1 NF-xB £ 1R IE A
TIEH X415 DM BERS AL 2 1], P42 (Al EL 3R T
Ge vk 3 S W] v TR 0 AL (P < 0.0D) 6
IEH X 4] MCP-1 2 ED-1 g Gt 559, B /NER
P A0l B A% W 4 B 329 s DM AR 4 MCP-1
55 ED-1 G0 i FE 2 [ A8 BH S 3Gy, S B
iSRS NS IR E AN SYES 7 TP LT DY
R AL 7 f5 0L b, BT Bt 5 XL (P
<0.0); Fh2ySEyG A1 FBH X 4L MCP-1 A& ED-1
TEB /IR A I8 Gt 5 B 21 AR 3 B B ek,
SE B AT AW, v 24 S e R P T LA
MCP-1 Hl ED-1 £ 1 &RE A TIEH X A4 5 DM 5
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HIG 2 18], B /INER B 0 20 B 32 v W BRI,
DM BRI L I A B E St L (P<
0.0, HPRAL 2 [l AR Te g vh-27 s Lo WLk 5.

K5 HmXA 12 AA TR Angll 4% & NF-kB.MCP-1 ED-1 58 (X% S)

TiH IEHXTIEA DM AIRIAL 2SRl BHYR AL
Angll (pg/mg H4H4D  6.85+ 1.80  10.84% 1.38%  8.65+ 0.73*  7.12+ 0.78"
NF-kB p65 1 210+ 038 18.12+ 4.15% 1027+ 3.80%  8.34% 236
MCP-1 2,62+ 027 1725+ 4.63* 1036+ 2.24%" 891+ 1.37%
ED-1 41 2.05+ 0.34 1431+ 345% 626+ 1.82%  7.84+ 1.96*"

T 5 IEF X RIS, *P<0.01; 15 DM BIRUZL LA, * P<0.01; 5 rh 2 9250 41 Lh i, P
<0.05,

2.6 'F#E4% MCP-1 mRNA & ik SE06 12 FIK, &%
DM 41 K B B2 it MCP-1 mRNA %3588 0F % %)
AR R, HA 5E G225 P
<0.01, P<0.05) , H:rh DM #ERIZ A U B2 i MCP-1
mRNA FRIETK- A 15 0 AL 2.56 £i% o T 24525
Z T 6} FELZEL B 7 I MCP-1 mRNA K IE K P45
DM #5274 21 34 B B B AIG (P <0.05) 5 43 %1l ) DMASE 7Y
1 53.26%+57.61%, A 1E X ALK 1.36 £ Al
147 £i%, A Z A LR ge it L. WK 6.
F 6 BAFEHRK 12 AELKALR MCP-1 mRNA Ak ki (Xt S)
TiH EHATRAL DM BRI h2seaadl [SFT e g L 2H
MCP-1 mRNA 0.36% 0.14 0.92+ 0.15* 0.49+ 0.22%*%  (.53+ (.24%*"
v R P s ) MCP-1 mRNA 5 GAPDH ~ 3 W5 & 01 AR e AR
O ECAE ;55 15 4 4L ELEL, *P <0.01,%%P <0.05; 5 DM AR L P < 0.05.
3 g
DN i K B R AR BLE 3 5 A% ARSI 5 LA
W45 R W7 DM KB IEJR &8 Angll ZK~F- 55 1,
fif R 20 2% R B SR M3 3k o) DM U S R
ERIF) RAS, ek /b B 4 23 1) Angll 5 5, 28 1y 4100 1
TGF-B1 %1%, []4% F i CTGF mRNA ik, HE T
% DM PR R, XTI AR R E Y. Angll
AR E YR 7, 2 B A Ll 5,
WAE R — P A K B B AR A 4R R 7, HBE e
U ] 7 0 B AR 2 D Re s IS il R A P I 2K
I s Angll /E 24—l JRE PR 1, W] e adf 5 A% 15 Wk 4 Jif
WA, A RAE SN 5 3 ] T sk L R 4 3 T )
FeE ARG G, AT RN A% N e SR DR 1R 12 5
A%, A NF-xB #5465 vl ok 1 b o7 20— 204
HE Angll f)4E il NF-kB J&—F 5 2 5EA B =4
i Hu 3 2E ECM AC IR AN I B T S i sk IR 7
Z 517 Z R RAE Y15 516 3L R, NF-kB [1)
S WO R A BN IEH 1) 90E I SR B g )
I o FH3S BE S99 7585 NF-kB 1406 8 1 3R SN
PERE IR MC a4 MC 1 MCP-1 mRNA %
IR EE N, A PKC B4R ROS) #FIAS
AT LA W il NF-xB 135, w741 MCP-1
FE AR A, UL NF-xB ] LA _E 1 MCP-1
mRNA K8 R, WIT7E DM [ 4503 k7
HEAEH . MCP-1 J& T 40 R+ C-C WKk

S P R £ A IR R 2009 4 6 H 55 9 B 3 30
(R — AN, R B 90 KON, R 1 /R MC 1Y
24 PCNA R INAT ECM JifR i 2 R, B
A0 ERAZ A A 0 R IR R B ) A 2 Tl
PN . MCP-1 K8 3 )1 #8467 A7 /E NF-xB [
S5 RLe Angll 18 B0 NF-kB {21 MCP-1 15
1, 2 55 B M AL 23 SR A R ) S AR R N, A 3
LR FENE V., 72 5 Wi P2 1 I 9 10 f T S BAYY

ARSI 5T 45 R R, 20 Al A A B i G
J7 12 FJ5 1) DM KB, I . ifil B \BUN.SCr.
UAER.CCr. 55 / A b K B 0 HE TR 2 24 i AR
AR B, RERH AW E DK R X ECM
FZR Sy, FF H A B3 H S8 1 DM K BUE /I ak
PCNA F#%iE, /b MC B45i. DM #7145 21 41
MCP-1 Rk 5 4L B3 (P <0.0D , JF 5 &
PRI R IEAH K, 5 Mezzano ¥4 1E—%(. DM #%
R S8 K B B2 5 MCP-1 mRNA [ 4855 W i 184
s A IE S AL 2.56 1%, 15 [ A SCRR 3R AH 75
B, JF 5B 20 Angll 7 & .MCP-1.NF-kB.ED-1.
PCNA # A &AW I ECM T % %4> Col IV F1 FN
R RIEFEE S B M B 2 IE A OG . SR B0l
AR B VA IT 12 B S I S 56 4K BRI
MCP-1 mRNA /K3 2 E (KT DM R4 (P<
0.05) , (B T IE %R 2 (P <0.05) o 2% B i 5 08
25 OR B IR FE T DMK B/ Bk MCP-1 2 ) kA
s BAT BTN HER, e tss DM K B ES
&, JEZE DN 3EJE, X DM Fr 805 IE 30 A KU
TRy EH .

fif B JE 2% 8 B I U DMK BV I MCP-1
SN R IE M AE FHALEIAT BN LR AT g (D
WA DM IR S Angll 5 R, 22 /05 FH
W% Y NF-xB 1 #25 1f) MCP-1 £ (4 & 14, 1)
$ Nl MCP-1 mRNA RIE, kb BALH e
W4 B33, S ' /NER ECM 2Rk, M i sk 4 1 41
LEE M5 ThRE 0 B 3 o a0l sk 0 ) B I R 1
RAS, J#/> Angll ¥ &, HEZAWH MCP-1 £ik. 2
TH Ik AR AR , A, 0 AR S Ak, BELT
AGEs 552k 4k 4 bl PKC i@ 2305 1) NF-xB,
F0H MCP-1 ik . () il RL 815 Qi 25 6L, E e
i MCP-1 LK iE5 . @ B0 TGF-B1 £k
B, /b MCP-1 ik . 5258 o ¥, MCP-1 ] it
TGF-B /™S JSAE W /NER I UTAR , TGF-B nl {2 2k
/NG 43 MCP-1, MCP-1 f£B TGF-B 1 L i & /v
S DN [HRPEERI AR —. BHATAERN 4
PR, T A2 TR S AR, WAR X ) W7 R
TR L TR 7 o #5300 5% R B e B ) MCP-1 s i
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YER A R ARSNSERAT T R ke .

A5z 2 W] AngIl.NF-kB #1 MCP-1 7E DN f{]
RAER A WAL E /R - =3 1E DN &K
MU T 46 7T B & Angll 13 NF-xB 26 1A 1 4%,
1T 153 MCP-1 3R 1A 55 n, MCP-1 3 3 5 4%
LR i, JF PCNA KA H N, MC 354, ECM 4
2%, N DN fif i 2 O B IR e e i i b 47
i Angll & &, BT NF-«B i % %14, ¥E 17T 7 DM
KREFLZ MCP-1 Rk e, # DN BF N 2 5E .
DAL, fiff 23 0E 20 OR B IR B AT nl e d L 7] DN 480
ML, 9800 1 /N BR B WG 40 923 A MC 3o 5 3 5
K ECM FAZE, FEAESE DN {3k & Al 4K USRD (1)
RCIPE T E TE A Y, AE VRN 1R A 45 B G 75 a2k
— BT,

2% ik
(112555 44, B0 2 20 Bl B i — ol JAE 05 (1.0 8 A 23 is A Rl
,2003,19 (4):251-253
[2]Ruiz-Ortega M,Bustos C,Hernadez-Presa MA,et al.Angiotensin II
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